[Inhibitory effect of emodin on the growth of cervical cancer in tumor-transplanted mice and underlying mechanism].
To observe the effect of emodin on the growth of transplanted U14 cervical cancer cells in mice, and explore its mechanism of anti-tumor. The 615-strain mice with U14 cervical cancer cells were randomly divided into 4 groups: control group (DMSO), low-dose emodin group (20 mg/kg), high-dose emodin group (40 mg/kg) and cisplatin group (3 mg/kg). Each group included 10 mice. After drug intervention, all mice were sacrificed on day 26 posttransplantation. The volumes and mass of tumors were detected, and tumor inhibition rate was calculated. Microvessel density (MVD) was determined by immunohistochemistry. The mRNA and protein levels of hypoxia inducible factor-1α (HIF-1α), vascular endothelia growth factor (VEGF) and macrophage migration inhibitory factor (MIF) in tumor tissues were analyzed by real-time quantitative PCR and Western blotting, respectively. Apoptosis index (AI) of tumor tissues was measured by terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling (TUNEL), and the Bcl-2 and Bax protein contents were detected by Western blotting. The tumor inhibition rates were 15.83%, 46.92% and 51.22% in low-dose emodin group, high-dose emodin group and cisplatin group, respectively. The tumor inhibition rates were higher in the latter two groups than that in low-dose emodin group. In comparison with control group and low-dose emodin group, the volumes and mass of tumor, MVD as well as the level of HIF-1α, VEGF, MIF and Bcl-2 significantly decreased, while the level of AI and Bax significantly increased in high-dose emodin group and cisplatin group. Low-dose emodin had no effects on the above parameters. Emodin might suppress the growth of cervical cancer in mice by reducing tumor neovascularization, decreasing MIF expression and promoting tumor cell apoptosis.